could be established by direct infection of resting T cells, in the presence of a secondary signal such as the chemokines CCL19 and CCL21, which are both abundantly expressed in lymphoid tissue. Since then, we and others have shown that other stimuli that don't active the T cell can also facilitate latent infection. These stimuli include dendritic cells, endothelial cells, cytokines, and spinoculation." Now, 10 years after Saleh et al.
published their paper, two recent articles provide further insight into how the HIV reservoir is established and maintained.
In one of these articles, Benjamin Descours (Université de Montpellier, France) and colleagues set out to identify an effective marker for latently infected cells. After collecting CD4+ T cells from blood, they used green fluorescent protein to identify which cells were latently infected. [2] Then, using ultradeep RNA sequencing, they discovered infection. The mechanism for how it works is unknown. This is really important to nut out."
In the second recent article, Nina Hosmane (Johns Hopkins University, US) and colleagues gathered resting CD4+ T cells from patients on long-term ART and induced cell division. [3] They found that some cells were able to proliferate without releasing infectious virus, though these same cells were capable of producing replicationcompetent virus at a later point. Moreover, sequence data suggested that independent, identical isolates of replication-competent virus gathered from the same patients arose Of the past decade, Lewin says, "The field has progressed dramatically in multiple areas. 
